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A 17-year-old woman, with no particular past medical
history except for juvenile acne, presented with vomiting and
severe abdominal and lumbar pain of 2-day duration.
Temperature was 37.9 1C and blood pressure was 120/65
mm Hg. The abdomen was tender with peritoneal signs. The
patient became anuric the day of admission. Blood tests
revealed acute-phase response (C-reactive protein: 12.9 mg
per 100 ml), increased white cell count (12,600/ml), elevated
serum amylase (1037 UI/l; (normal value (NV)o100), lipase
(1043 UI/l; NVo190), lactate dehydrogenase (10,080 UI/l;
NV: 230–439), and transaminases (alanine transaminase:
215 UI/l and aspartate transaminase: 367 UI/l) levels, and
severe renal failure (serum creatinine 10.04 mg per 100 ml).
Coagulation tests and haptoglobin concentration were
normal. A computed tomography (CT) scan of the abdomen
was performed (Figures 1 and 2).
What is the cause of the acute renal failure?
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Figure 1 | Enhanced CT demonstrated peripancreatic
edema (curved arrow) due to acute pancreatitis.
Diffuse hypodense zones were present in both kidneys
(straight arrows).
Figure 2 | Frontal reformatted CT image. A fluid
collection is noted in the left paracolic gutter (straight
arrow).
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The Diagnosis | Bilateral cortical necrosis complicating
acute necrotic pancreatitis
The computed tomography (CT) scan of the abdomen
revealed diffuse and bilateral cortical hypodense areas
surrounded by capsular enhancement in both kidneys,
characteristic of cortical necrosis, together with an acute
necrotic pancreatitis with peripancreatic edema and bilateral
fluid collections in paracolic gutters. A diagnosis of bilateral
cortical necrosis complicating acute necrotic pancreatitis was
made and subsequently confirmed by a renal biopsy,
performed because the patient remained dialysis-dependent,
which showed diffuse non-inflammatory interstitial fibrosis
and necrosis of all glomeruli. No vessel abnormalities could
be seen. Endoscopic retrograde cholangiopancreatography
disclosed a pancreas divisum. Sphincterotomy of both
papillas were performed and a pancreatic prosthesis was
inserted. General improvement was noted but the patient
remained dialysis-dependent. Three yeas later she is still on
hemodialysis and is on a waiting list for renal transplantation.
DISCUSSION
Bilateral cortical necrosis is a rare but severe and often
irreversible form of acute tubular necrosis. Its incidence has
been estimated at 3.8% (113 out of 2986) of all patients
dialysed for acute renal failure over a 28-year period at a
referral center in North India.1 It may be observed following
complications of late pregnancy and septic abortion (56.6%
of the patients), and in association with the hemolytic
uremic syndrome, snake bite, gastroenteritis, and after severe
abdominal trauma.1 Only eight cases of bilateral cortical
necrosis following acute pancreatitis, including our patient,
have been described since 1990. Six out of the eight patients
described in those reports survived but all remained dialysis-
dependent.1–3
Cortical necrosis results from decreased blood supply
within the renal cortex microcirculation that follows septic
shock or volume depletion. Its cause remains elusive in
the presence of normal blood pressure, as in the present case,
but could be ascribed to the release of vasoactive or cytotoxic
substances during pancreatitis.4
The diagnosis is best established by CT scan. The charac-
teristic findings include lack of renal cortical enhancement,
presence of medullary enhancement, and absent renal
excretion.5 Although the awareness of the imaging findings
may obviate the necessity of performing a renal biopsy, it may
be helpful as a prognosis factor in the very rare patients in
whom a partial renal recovery is observed.
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